Introduction
The occurrence of intravascular coagulation as a result of bacteraemia or septicaemia has been recognized at necropsy for many years (Hjort and Rapaport, 1965; Yoshikawa et al., 1971) but more recently by functional investigations such as detection of thrombocytopenia in association with raised fibrin degradation products (FDP) and coagulation factor depletion (Brodsky et al., 1968; Corrigan et al., 1968) , and by radiofibrinogen catabolism studies (Rubenberg et al., 1967; . Evidence for general or localized intravascular coagulation in the course of bacterial endocarditis could be relevant to the subsequent finding of renal disease in such patients.
We report three cases of bacterial endocarditis studied by means of radiofibrinogen catabolism as illustrations of this thesis.
Case 1 STAPHYLOCOCCAL ENDOCARDITIS, ENDARTERITIS, AND ACUTE RENAL FAILURE
A 43-year-old woman was transferred to the renal unit with acute renal failure. For four weeks she had felt tired and in the last week had developed shortness of breath, sweats, joint pains, and a pustular rash on the lower limbs. Swabs from these lesions grew Staphylococcus aureus. Meantime she became oliguric and on admission her blood urea was 300 mg/100 ml and serum creatinine 8-3 mg/100 ml. Examination showed a pale, febrile woman with splinter haemorrhages, aortic incompetence, and a pericardial friction rub. Blood The radiofibrinogen catabolism study was performed during the first week after admission when she was on peritoneal dialysis, and with her permission. Details of the procedure have been published (Wardle, 1973) . The standard technique of MacFarlane (1963) has been used. The course of the study is shown in fig. 1 , from which it will be seen that after equilibration of the labelled fibrinogen 75% remained in the intravascular compartment and decayed at an exponential rate with a half-life of only 27-5 hours, which corresponded to a fractional turnover rate of 80.5% of the intravascular fibrinogen pool per day. After effective treatment of her septicaemia the fibrinogen breakdown rate declined towards a more normal rate with a fractional turnover rate of 26% of the body fibrinogen pool. Normal values for the preparation in use gave a half-life of 95-3 hours, with 82.5% of the labelled fibrinogen remaining in the intravascular compartment and a fractional catabolic rate of 21-8% (Wardle, 1973 (Wardle, 1973 
Discussion
That bacterial endocarditis may cause either focal embolic nephritis or a diffuse proliferative lesion has been recognized for many years (Bell, 1932) . Spain and King (1952) were able to show that effective antibiotic therapy prevented the diffuse lesion and reduced the incidence of the focal lesion. The recognition of the immune complex aetiology of nephritides has been more recent (Dixon, 1968) and has led to a search for and recognition of immune complexes in the kidneys of patients with endocarditis (Kaufman and McIntosh, 1971; Gutman et al., 1972 (Gans and Krivit, 1961; Stehbens et al., 1969) because of the effect of endotoxin in causing platelet aggregation, endothelial cell damage, and fibrin formation. It also occurs when there are circulating immune complexes (Vassalli and McCluskey, 1971; Wardle, 1972 b) which initiate damage to platelets and possibly also activation of Hageman coagulation factor. Thus in endocarditis there are good reasons for suspecting a chronic state of intravascular coagulation, and this prediction has been substantiated by the results of the three cases reported here. Each showed pronounced acceleration of radiofibrinogen catabolism.
Proliferative glomerulonephritis with crescent formation, which was the feature in cases 2 and 3, is known to result in intraglomerular fibrin formation as a result of local intravascular coagulation (McCluskey et al., 1966 activity (Regoeczi, 1970) may also occur. Additionally it seems that fibrin deposition on arteriolar walls as part of an immunological reaction can give rise to a chronic endarteritis, akin to that seen in chronic renal transplant rejection (Porter, 1967) . The accelerated fibrinogen turnover in case 1 might indeed be seen as the cause of that patient's endarteritis. The occurrence of endarteritis in association with endocarditis has recently been stressed by Morel-Maroger et al. (1972) . This type of lesion was recognized by Powell (1961) to occur as a result of staphylococcal septicaemia, in which condition a variety of renal lesions, from cortical necrosis to glomerulonephritis, are found. The production by staphylococci of the procoagulant coagulase is the explanation for the intravascular coagulation of staphylococcal septicaemia (Smith and Johnstone, 1958) . Additionally at a later stage antibody production to the relevant antigen will result in immune complex formation in the circulation. Such circulating complexes will initiate damage to platelets (Wardle and Uldall, 1972) , in common with others, have reported some benefit from heparinization in other forms of progressive glomerulonephritis, but that paper also notes the failure of heparin to affect the serum complement level. Case 3 again attests to this fact. Indeed the best hope for improvement in these cases lies still in classical therapy with early and large doses of antibiotics.
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